Vasopressin increases conversion of oleate into esterified products in hepatocytes from fed rats and decreases ketogenesis (Williamson et af., 1980) . The present communication indicates that, in addition to this cytoplasmic action of vasopressin, the hormone may act on intramitochondrial site(s), namely increased 14C02 production from [ l-14Cloleate. The increased I4CO, production is dependent on the presence of Ca2+ ions in the incubation medium. Hepatocytes were prepared from fed female rats as described by Williamson et al. (1980) . The incubation procedure and measurements of I4CO, production from labelled substrates were as described by Whitelaw & Williamson (1977) . Rates were calculated from plots of the values at 20, 40 and 60min. 2-Oxoglutarate and citrate were determined in neutralized HCIO, extracts by the methods of Bergmeyer & Bernt (1974) and Dagley (1974) respectively, by using an Aminco DWII double-beam spectrophotometer.
In the presence of extracellular Ca2+ (2.4m~), addition of vasopressin to hepatocytes from fed rats increased oxidation of Il-14C]oleate to I4CO, by 54% ( Table 1) . Vasopressin also increased I' CO, production from [U-l4CIproline ( Table 1) .
Increased I4CO, production from [U-14Clproline was observed in both the presence and the absence of unlabelled oleate (1 mM), but the stimulation was greater in the former case (47% versus 21%; see Table 1 ). The increased I4CO, production from either I l-'4Cloleate or IU-14Clproline was markedly decreased when Ca2+ was omitted from the incubation medium (Table 1) .
Vasopressin causes a transient stimulation of the 0, uptake of perfused livers from fed rats (Hems et al., 1978) . The data presented here suggest that this may be a consequence of increased oxidation of tricarboxylic acid-cycle intermediates to CO, in the presence of vasopressin. Thus the oxidation to CO, of both oleate (which is metabolized to acetyl-CoA) and proline (which is metabolized via glutamate to 2-oxoglutarate) was increased by vasopressin. Increased oxidation of oleate to CO, may also contribute to the observed inhibition by vasopressin of ketone-body production from oleate (Williamson et al., 1980) . The mechanism by which vasopressin increases "CO, production from [ l-I4Cloleate and [U-14C]proline is not known. Such increases might result from increased tricarboxylic acid-cycle turnover. If tricarboxylic acid-cycle turnover is inhibited by /$oxidation of long-chain fatty-acyl-CoA to acetyl-CoA (possibly by competition for electron acceptors), then the effects of vasopressin on I4CO, production might be explained by relief of this inhibition. This might arise as a consequence of stimulation of respiratory chain activity. Such a mechanism might explain why the effects of vasopressin on [U-14Clproline oxidation are less marked in the absence of 
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necessary prerequisite for some aspects of insulin action. The degradation of 'ZSI-labelled insulin when incubated with whole The mode of action of insulin at the molecular level is a matter cells or subcellular fractions has been measured by the of controversy (Goldfine, 1977 (Goldfine, , 1978 Kahn, 1979) . There is appearance of low-molecular-weight breakdown products, accumulating evidence for the entry of insulin into cells, where which are soluble in trichloroacetic acid (Ansorge et al., 1971 ; much of it is degraded. However, there also appear to be insulin Izzo et al., 1972; Izzo, 1975; Terris & Steiner, 1975 
